Comment
Generalized pustular psoriasis may be provoked by pregnancy, infection, injudicious topical therapy, hypocalcemia, sunlight and by reduction or withdrawal of systemic steroids (Baker & Ryan 1968 ). There was no evidence of hypocalcxmia and, although the patient did have a severe reaction to dithranol, the skin had nearly returned to normal before the onset of pustular psoriasis. Chronic pyelonephritis could have been a factor, but probably of greater importance was the use of clobetasol. Approximately 40 g a day of this preparation had been applied to the skin for most of the five weeks preceding the onset of pustular psoriasis. Even more was used afterwards for periodic exacerbations of pustulation and erythroderma. The Synacthen stimulation test was carried out after she had been applying quarter-strength clobetasol for two weeks, having previously used the full strength preparation for eight weeks. The test showed gross adrenal suppression (Wood et al. 1965) . As there was no evidence of Addison's disease or of any of the conditions sometimes associated with it, significant absorption of the steroid from the skin is likely to have occurred.
Pustular psoriasis following use of topical steroids under polythene occlusion is recognized. It would seem that clobetasol without occlusion, but used in large quantities for many weeks in a patient with extensively involved inflamed skin, is liable to produce the same complication. One wonders how much of this potent topical preparation, when used regularly in less severe cases, is absorbed, and whether patients on this preparation should be treated as though they were taking systemic steroids with all the precautions this entails. In addition, the danger of precipitating a severe complication of psoriasis by using clobetasol cannot be ignored. Cushingoid and hypertensive and has gained 20 lb (9 kg) in weight during this period. Synacthen stimulation test, about a week after the clobetasol was stopped, showed adrenal-pituitary suppression.
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The patient was treated with dithranol, and later small quantities of diluted topical steroids, and his psoriasis partly settled without any serious complications.
Dr M Feiwel: Dr Harvey Baker himself has recently
suggested (British Medical Journal 1973, iv, 605 ) that the potency of clobetasol is near that of the 'forte' preparations. It is available in 25 g or 100 g tubes. Side-effects may be anticipated and in infants it should be applied very sparingly and in diluted form.
Proliferative Cutaneous Arteritis T R Fenton MB (for P D Samman MD FRCP) (St John's Hospitalfor Diseases ofthe Skin, London WC2) P S, woman aged 51 History: Ulcers across the lower abdomen for four years. For two years before this, the patient had transient erythematous small maculopapular eruptions across the lower abdomen which lasted 7-10 days and disappeared spontaneously. The ulcers developed insidiously, were not painful and possessed red indurated borders. The patient received various ointments and powders from her doctor to no effect.
She has also suffered from: (1) Arthritis for six years diagnosed as rheumatoid arthritis, involving the hands, knees, feet and more recently the temporomandibular joints. She was treated with various analgesics, the last being phenylbutazone.
(2) Diarrhoea for one year from July 1972 to summer 1973. Her bowels were open 5-6 times daily. The motions were loose and associated with mucus and lower abdominal pain. They contained no blood. (3) Rigors and fevers during a visit to Nairobi last year, and repeated on 4 occasions since. She assures us she took adequate malarial prophylaxis. On examination: Across the lower abdomen a band of thickened dusky red skin with superficial ulcers covered with black haemorrhagic crusts and pus with raised slightly indurated edges (Fig 1) . There were 2 similar ulcers on the back. Whilst in Generally the patient looked pale; with mild neck stiffness, painful and tender temporomandibular joints, fusiform swelling and slight ulnar deviation of the fingers. Investigations: ESR 65 mm in the first hour (Westergren). WBC 12 000-22 000 with 30-32% eosinophils. Protein electrophoresis: decreased albumin, increased a2-globulin. Normal investigations: urea and electrolytes, liver function tests, Rh factor, antinuclear factor, direct and indirect, immunofluorescence, VDRL, Treponemapallidum hIwmagglutination, Widal test, Paul Bunnell, film for malarial parasites, sigmoidoscopy, rectal biopsy, barium meal, barium enema, chest X-ray, X-ray of hands, feet and temporomandibularjoints.
Bone marrow: very active leukopoiesis with many myelocytes and promyelocytes, occasional myeloblast. Thirty per cent of series are eosinophils from myelocytes to mature eosinophils. No basophil leukocytes seen. Leukocyte alkaline phosphatase on one occasion was low but normal on three others.
Biopsies of the ulcers and nodules both showed proliferative cutaneous arteritis with intimal proliferation and fibroplasia and perivascular inflammatory infiltration with monocytes, lymphocytes and eosinophils (Fig 2) . There was also a lymphocytic infiltration of the subcutis in places.
Comment
This patient might be a case of cutaneous polyarteritis as discribed by Borrie (1972) & Stansfield (1966) . The clinical picture, however, did not really fit with (a) ulcers confined to the trunk, (b) absence of livedo reticularis and (c) nodules in the subcutaneous tissue that bore no constant relationship to the arteries. Pathologically the picture was also different in that the inflammatory process did not involve the tunica media in any of the arteries seen in the sections. Hence we have assigned the patient to a rather general category of indolent proliferative arteritis.
The ulcers improved on cleaning with eusol, dry dressings and bed rest. However, they did not clear nor did the nodules, until she was put on prednisone 40 mg daily reducing to 15 mg at the time of discharge. On this she felt well and all her arthralgia disappeared.
Werner's Syndrome David Rickards LRCP MRCS (for H W Chadfield FRCP and W A Hudson FRCP) (Royal Hospital, Wolverhampton, WV2 JBT) S T, woman aged 52 History: The patient's family noticed she was abnormal at the age of 61 when, after an attack of scarlet fever, she developed loss of limb power and skin elasticity over the body, and stiffness of all joints. Her skin developed a brownish discolouration over the limbs and trunk, and a pinkness around the eyes. During the next two years, canities and poor dentition added to her troubles.
A photograph at the age of 9 (Fig 1) already shows the classical sclerodermoid features of the disease. Progressive immobility of her limbs reached a peak at 14 and remained unchanged. Menarche at 14 and periods thereafter normal. Since the age of 22, has had intermittent ulceration of the legs and for the last six years an ulcer on the left leg has persisted, though varying somewhat in severity. Tarsorrhaphy to the left eye performed eighteen years ago for an alleged corneal ulcer, probably due to proptosis. Family history: The third of 4 children, the rest of whom are unaffected. Parents were normal and unrelated. On examination: (Fig 1) Undersized; weight 
